Listeria monocytogenes infection tends to affect the central nervous system (CNS) and usually occurs in patients with immunosuppression and chronic liver disease. Its reported incidence in man is increasing. In a patient with chronic alcoholism, withdrawal symptoms may delay the diagnosis.
CASE HISTORY
A 43-year-old female publican was admitted after three episodes of tonic-clonic seizure, each lasting about 4 minutes, over three days. Occipital headache had preceded the first convulsion and she had vomited 6-7 times. The patient had no previous history of epilepsy or any other relevant illness. For the past 5 years she had been consuming 80-90 units of alcohol per week. There was no history of recent travel or drug abuse.
On examination, she was sweaty, her pulse was 110 beats per minute and her temperature was 39.50C. There were no peripheral stigmata of chronic liver disease. Rash, photophobia and nuchal rigidity were absent; Kernig's sign was negative; and findings on neurological examination, including fundoscopy, were normal. Initial investigations revealed a normal white cell count (6.7 x 109/L, 70% neutrophils) and a low platelet count (121 x 109/L). Haemoglobin, blood glucose, electrolytes, urea and creatinine were all normal but gammaglutamyltranspeptidase was slightly raised at 257 U/L; bilirubin, alkaline phosphatase and transaminases were all normal. Chest radiograph was unremarkable and computed tomography of the brain excluded space-occupying lesions. Phenytoin and chlordiazepoxide were given to control alcohol withdrawal symptoms. Her pyrexia continued (36.5°-38.3°C) but symptoms and signs of meningitis remained absent. At lumbar puncture next day the opening pressure was 24cm H20. Cerebrospinal fluid (CSF) contained 3.4mmol/L glucose (when blood glucose was 6.6 mmol/L) and 1.54g/L protein (normal 0.1-0.45) and the white cell count was 655/pL with 44% lymphocytes. Gram stain did not reveal organisms but Listeria monocytogenes was grown from culture. The patient responded well to intravenous amoxycillin 2 g four times daily and cefotaxime 2 g three times daily: the fever settled over the next two days and there were no further convulsions. Immunoglobulin and complement levels proved to be normal; a test for human immunodeficiency virus was negative. It emerged that she regularly ate soft French cheese. She made an uncomplicated recovery and was discharged sixteen days after admission.
COMMENT Infection with L. monocytogenes, a Gram-positive bacterium, is common in animals and is increasingly reported in man'. It has a predilection for the central nervous system, which is the site of 60-80% of reported juvenile and adult infections2'3. At-risk groups include neonates, pregnant women, the elderly and patients with malignancy77, immunodeficiency states6'7 and liver cirrhosis67, but the normal population is not exempt8. Outbreaks of listeriosis have been reported in association with consumption of dairy products9, particularly cheese10. The diagnosis is usually established by CSF Gram-stain or culture. The lack of specific clinical and microscopic CSF findings in listeria meningitis8 may lead to delay in diagnosis.
The patient reported here was a heavy drinker who presented with convulsions, fever and tachycardia, all of which are typical features of alcohol withdrawal. The absence of photophobia and neck stiffness made meningeal irritation seem unlikely, but persistence of her fever led to the suspicion of meningoencephalitis. In patients with chronic alcoholism, atypical infection of the CNS, particularly with L. monocytogenes, should always be considered-not only in those with end-stage liver disease, but also in those with normal or mildly deranged liver function who present with alcohol withdrawal symptoms including convulsions. Frequent neurological observation is essential and early lumbar puncture should be performed since delay in 1999;92:197-198 Splenic vein thrombosis is a recognized risk after splenectomy and there are many reports of central propagation leading to portal vein thrombosisl. Fatal hepatic infarction2 has been recorded but segmental hepatic infarction from this origin has not, to our knowledge, been described.
A man aged 58 was admitted electively for cholecystectomy and splenectomy. The cholecystectomy was planned because of frequent attacks of biliary colic from cholelithiasis. However, he also had chronic lymphatic leukaemia with splenomegaly and resultant thrombocytopenia that had proved unresponsive to medical therapy; therefore, it was decided to remove the spleen at the same operation in the hope of reversing the thrombocytopenia. The operation was completed uneventfully via a midline incision, with negligible blood loss. A large spleen (2.5 kg) was removed, and then a routine retrograde cholecystectomy was done (normal Calot's triangle anatomy). He recovered very well until he became febrile on the morning he was due for discharge (tenth postoperative day). On that particular morning, he also complained of vague upper abdominal pain and was tender in the upper abdomen. Blood cultures were taken and intravenous antibiotics were started empirically; a computed tomo-graphic (CT) scan showed an abnormal wedge-shaped lowdensity area in the right lobe of the liver involving segments 6 and 7 with a well defined hyperaemic border suggestive of infarction ( Figure 1) . Thrombus was seen within the splenic vein to the level of the spleno-portal confluence (Figure 2 ) and the right portal vein, but most of the main portal vein 
